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ied. Two-dimensionalachocardiogramswere obtainedwithin48 hoursof
hospitaladmission(baseline),andat 3 and6 months(M)afterhospitaldis-
charge.Echooardiogramswereusedto oalculateLVend-diastolicvolume
index(EDVI)andend-systoliovolumeindex(ESVI).
TherewerenbdifferencesinbaselineEDVIandESVIbetweenQandNQ
infarctionpatients.EDVIandESViincreasedafter3 Mand6 Mof foiiow-up
in both(2and NQpatients.At 6 M, bothEDVIand ESVIweresignificantly
greaterinQcomparedto NQpatients.Cone/usions:ProgressiveLVchambar
enlargementoccursfollowingboth Q and NQacutemyocardialinfarction.
Theextentof I..Venlargement,however,IsgreaterInQthanin NQinfarction
poeaibiyasa resultof greateriossof viabiemyocardium.
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P.C.Deadwania,J. Leppo,A. Blaustein,B.Chow,P.W.Lavori,
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PreviousstudieshaveshownthatanteriorQ-waveMl patientshaveworse
LVfunotionandpooroutcome.Wepostulatedthat non-QwaveMi patients
withanteriorwall involvementwouldhavepoorerLVfunctionthanthosewith
iachemiain otherareas.Accordingly,we prospectivelyevaluatedthe rala-
tlonshipbetweenperfusion(T1201scintigraphy)and functionabnormalities
(multlgatadredlonuclideventrigraphy,RVG)performedon days?+7aftera
non-QwaveMlIntheVeteransAdministrationNon-QWaveInfaroflonStrate-
giesinHospital(VANQWISH)study.Ofthe369 ptsevaluated,hypoperfusion
invarioussegmentswasnotedasfollows:anterior,5Spts(15%);septai,55
(14%);posterolaterei,55 (14%);inferior,114(29%);posterior,107(27%),
and Iaterai,134(34%).For the whoiegroup,the meanLVEFwas49.6 +
14%.The mrrelation barwaanimpaired(EF < 50%)or presarvsd(EF ?
50%)LVfun~ionreveal~ a significantmrrelationbetweenS.t’ItWiOr(X2= 6,
p =0.01) andseptal(X2= 5.6,p = 0.02)involvementbutnotforotherareas.
Theevaluationof regionaiwaiimotionabnormalities(WMA)alsoshoweda
atrongmrralationbetweenanteriorhypoperfuaionandprasanceof anterior
WMA(X2= 15,p = 0.000)andseptalhypoparfusionandsaptalWMA(X2=
8, p < 0.005)butnosignificantrelationshipwasfoundforotherareas.
Cono/usion:Thesefindingsindicatethat,despitelackof Q waves,ante-
riorandaepfalparfuaionabnormalitiesin patientawithnon-Q.waveMl are
oorraiatadwith impairedLVfunction,aa indicatedby lowerLVEFand the
associatedregionalwallmotionabnormalities.
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Pumpfailurefollowingacutemyocardialinfarction(AMI)oenbepradiot~ by
severalindioeswhicheatimateinfarotaize. However,therearefew indices
thatpradiofinfarotexpansionandcardiecrupture.Wefoouaadonthe prog-
nosticaignifioenceofaerumC-reactiveprotein(CRP)afterAMI.SerumCRP
ievelsweremeaauradevery24 hourain 220 patientswith a first Q-wave
AMI. in-hospitalcomplication, prarfiachargeleftventriculographicfindings,
andlong-termprognoaiaweraassessedinrelationtopeakCRPievels.Lower
peekCRPlevelswereassociatedwiththepresenceof preinfarofionangina,
withauccassfulrevascularization,and with age <70 yaara.Peaklevelsof
bothCRPandcreaffneIdnaae(CK)werehigherinpatientswithpumpfailure
thaninthoaawithoutpumpfailure.Inpatientawithoardiacrupture,psiakCRP
Iavelawerehigherthanin thosewithoutrupture(23.7& 3.9vs 12.2& 10.6
m~dl, p = 0.001);peakCKIeveiswerenotpradiotive.PeakCRPIeveiscor-
relatedpositivelywith ieft vantricuiar(LV)end-diastolicvolume(p = 0.002)
and inverselywith ejectionfraction(p = 0.0001).HigherCRPieveiawere
foundin patientswithLVaneutysm(p= 0.001vsthosewithout),aggravated
heartfaiiureduringthe firstone yearafterAMI (p= 0.03vs thosewithout)
andone-yearoardiacdeath(p <0.0001 vaaurvivora).Multivariateanaiyaia
confirmedthat an aievationof the peakCRPievelabove20 m@diwasan
independentpradiotorof oardiacrupture(reiativerisk,rr = 4.72,p = 0.004),
Ieffventricuiaraneuryamformation(rr=2.11,P=O.03),andona-yearcardiac
death(rr = 3.45,p = 0.0001).Conclusions: Cardiacrupture,ieft ventricular
aneurysmformationand one-yearcardiacdeathwereassociatedwhhan
elevationof aerumCRPearlyafterAMI,suggestingthat elevationof CRP
iavelaafterAMimaypredictinfarctexpanaion.
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Seckgruund: Tlclopidineachievedwidespreaduseas an antiplateletagent
foliowingPalmatz-Schatzstent (PSS)implantation.However,this drug is
sometimesassociatedwith aarlou$side effects(InciudlngIeukocytopenia
and liverdysfunction).Cliostazol,a potentinhibitorof phosphodiesterase,
is a noveiantiplateletagentwhichis currentlyavaiiablein Japanand be-
ing testedin clinioaltriai in the UnitedStatesfor peripheralarterydisease.
Previous tudieshaveindicatedthat,ascomparedwithticlopidine,oiloetazoi
achieves.sImllarantiplateleteffectswithleesfrequentcomplicationratea.In
thisstudy,weusedcilostazolasanantiplateletagentfollowingPSSimplan-
tationto investigatethefeasibilityofpreventingstentthrombosis.Methods:A
totalofSOpatients(pta;48men,meanage60+9) withangiographicsuccess
followingPSSwasinvolved.Sevenptsreceivedmultlvesseistenting,and21
receivedoverlappingatenting.Sixty-sevenlesions(including36 LAD,7 LCX,
23 RCA,and 1 SVG)weretreatedwithPSS.Ail iesionswereexpendadby
usinghigh-pressurebalioonswitha finalbaiioonpressureof 18.6+ 1.6atm
underthe guidanceof quantitativecoronaryangiography.FollowingPSS,
thesepts receivedcilostazol200 mg/dayalong with aspirin243 mg/day.
Heparinwasdieoontinuedimmediatelyafter stent implantation.Coumadin
wasnotgiveneitherpriorto or post-implantation.ResultsOnemonthafter
stentimplantation,foliow-upmronatyangiographywasperformedin ail 60
pts(100%).Duringthisperiod,nonedevelopadstentthrombosis,acutemy-
ocardiaiinfarction,CABG,or serioussideeffects(includingIeukocyfopania
and/orliverdysfunction).Theminimumlumendiameterwas0.86+ 0.46mm
beforePSS,2.91+ 0.3SmmimmediatelyafterPSS,and2.S5+ 0.39mmat
1 monthafterPSS.Conchraions:Theseresultsauggestthatciloatazolmay
be potentiallyuaefulas a newantiplateletagentfollowingPSSimplantation
andmayhavea similarpreventiveeffecton stentthrombosisand iassside
effeotsthandoesticiopidine.
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The MUSTtrial was designadto validatethe conceptdevelopedby the
FrenchRagisttyof coronarystentingwiththeassociationof Ticlopidinaand
Aspirinassolapoststentingtreatment.
Population: from Januaryto August1995,260 pfs were includedin an
open,proapactive,multicanter,observationalstudy.Patientsselaotadhad
stableorunstableangina,a singielesionina nativearterytreatadbyelective
stentingwith a single 15 mm PalmazSchatzstent. Medicaltherapy:the
patientsraoaived100mgAspinnand250to 500 mgof Ticiopidindailyfor
onemonthaftertheprocedure.
Prooadure: 3 (1.15%) stentingproceduresfaiiad(2crossoverto awiktor
stent),3(1.15YO)stentswerelost.
/n-frospita/avenfs:nopetientdied,1(0.4%)underwentemergencyaurgery,
6 (2.1%)hadan Ml, 3 (1.15%)showedaubacutethrombosisand 5 (1.9%)
underwentrepeatPTCAduringthehospitalphase.
Bieadingcomplicationsinciuded1 (0.4%)gastrointestinalbleedingand
1 (0.4%)groinhematomarequiringbloodtransfusion.Meanin-hospitalatay
was3.4days.
At 6-month fo//obv-up:Therewere no late death or Mi and 4 patients
(1.5%)underwentCABG.Fifteen(5.6%)hadrepeatPTCAatthesameaite.
Inconclusion:coronarystentingwithlowdosesof2antiaggragantsaeema
to befeasibleandefficient.Thein-hospitaieventrateis acceptableandthe
6 montheventrateseemscomparablewiththoseof the atentadarmof the
Benestentstudies.
